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DIFFERENTIAL EFFECTS OF HEPTANOL AND HIGH 
EXTRACELTULAR FOTASIUFiIN REMTRMT VENTRICULAR 
TACHYCARDIA IN ANISDTKGPIC NYGcAKDIUN. 
J. Brugada, M.D. , L. Mont, M.D., L. EOePSma, 
M.D., C. Kirchhof, M.D., and M. Allessie, M.D., 
Ph.D. Department of Physiology, University of 
Limburg, Maastricht, The Netherlands. 
The effects of increasing doses of heptanol and 
high extracellular K+ were studied in a model of 
reentrant ventricular tachycardia (VT) around a 
ring of anisotropic myocardium in Langendorff 
perfused rabbit hearts (n=lO). Epicardial map- 
ping (256 channels) was matched to histological 
determination of fiber orientation to study 
longitudinal (L) and transverse (T) conduction 
velocity (CV) and site of VT termination. During 
control, VT cycle length was 145 f 23 msec, LCV 
68 & 13 cm/set and TCV 21 + 5 cm/set. Heptanol 
and K+ had a dose dependent effect on VT cycle 
length. During heptanol, increase in VT cycle 
length was mainly due to a decrease in TCV 
whereas during K+ LCV was more affected. Thus, 
the anisotropic ratio (LCV/TCV) increased during 
heptanol and decreased during @. Heptanol (mean 
3.4 f 0.6 mM) terminated 8/10 episodes of VT by 
failure of conduction during T propagation 
whereas K+ (mean 11.2 + 1.2 mM) terminated 7/10 
episodes of VT by failure of conduction during L 
propagation. In the remaining 5 episodes (2 with 
heptanol and 3 with K+) termination occurred by 
collision of the reentrant VT beat with a 
reflected beat in the circuit. 
-ion: During reentrant VT $n an anisotro- 
piC circuit, uncoupling cells by-heptanol selec- 
tively blocks T conduction whereas depolarizing 
cells by K+ selectively blocks L conduction. 
PRODUCI’JuN OF ENDOTHELIUM-DERIVED CONTRACTING 
FACTOR IS ENHANCED FOLLOWING CORONARY REPERFUSION: 
DEPENDENCE ON L-APGININE. Paul J. Pearson, M.D, Ph.D., 
Pyng 3. Lin, M.D., Hartzeli V. Schaff, M.D., F.AC.C., 
Mayo Clinic, Rochester, MN 55905. 
To determine whether the production of endothelium-derived 
contracting factor (EDCF) is enhanced following cardiac ischemia and 
reperfusion, dogs were exposed to normothermic global ischemia 
(45 min) followed by reperfusion (60 min) during cardiopulmonary 
bypass. Pings (4-5 mm) of reperked coronary artery and normal 
coronary artery were suspended in organ chambers containing 
physiological salt solution (37% and 95% 02 - 5% CO,). pings 
with and without endotheiium were contracted with prostaglandin 
Fb (2 x 106M) and exposed to hypoxia (95% N2 - 5% CO2,20 
min). In control and reperfused rings without endotheiium, hypoxia 
produced collparable decreases in tension which reversed upon 
reoxygenation. However, hypoxia causedcontractioninthe control 
and reperfused arteries with endothelium. Reperfused arteries with 
endothelium exhibitedhypoxiccontractionswhichweresignificantly 
greaterthanin control rings withendothelium(n=6,Pe0.05). The 
hyporic contractions in both the control and reperfused arteries ’ 
could be inhibited by NG-monomethyl-L-arginine (L-NMMA) while 
the compound had no effect on rings without endothelium. The 
action of L-NMMA could be reversed by L-&nine but not 
D-arginine. This study demonstrates that folIowing reperfusion, 
hypoxia augments the release of an endothelium-derived contracting 
factor which is produced by an L-arginine-dependent pathway. We 
hypothesize that nitric oxide produced by L-arginine metabolism 
combines with superoxide anion to produce the peroxyniaite anion 
(ONOO‘). ONTO- is then metabolized to EDCF or induces its 
synthesis. Augmented production of EDCF may favor coronary 
vasospasm following mperfusioh 
RESTENOSIS FOLLOWING NEW C 
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We p~rformJ one of new coronary inte 
single stems, 120 ectomies IATII), 
angioplasties (LBA). The diameter of the tr 
before and immediately after in 203 
segments, and at 4-6 month follow-up (FU) in 102. The 
difference in pre-procedure stenosis. Sv ANOVA and linear 
stents were superior (pc.003) to both AM and LBA in terms of 
immediate gain (2.6~0.8 VI 2.2&0.6 and 2.0~0.4 mm), post- 
Fin 1. Normal distribution of Fig 2. Saseline referenccpre-/post- 
the late loss among 3 devices. prkedure, and FU lumen diameters, . In_conr;lurlan: 1) Late loss of lumen diameter appears to be 
and normally distributed process that occur8 following all three of these 
new coronary interventions, 2) restenosis should thus be viewed as 
contljluous, rather than a discrete (restenosislnon-restenosis) process, 
and 3) the proportion of patients who develop late nstenosis appaars to 
be determined principally by the immediate result, rather than any device 
to-device difference in the magnitude of subsequent lumen loss. 
LEFT VENTRICULEB SIZE AND FUNCTIOPJ DURING TEE YEAR 
FOLLOWING ACUTE WYOCARDIAL INFARCTION 
Michael H. Picard M.D., Patricia Ray B.S., 
Arthur E. Weyman M.D., F.A.C.C., 
Massachusetts General Hospital, Boston, MA 
Little is known about the long term evolution of 
post-MI ventricular dysfunction and ventricular 
morphology or their relation to infarct type and 
location. To examine this, echocardiograms were 
performed at admission, 1 week, 3 months and 
1 year in 83 patients with first MI. Maps of the 
3 dimensional left ventricular endocardial surface 
area index (ESAi, cm2/m2) and the area of abnormal 
wall motion (AWM, cm2) were constructed from the 
echocardiograms. Patients were stratified based 
on presence of ECG Q waves, infarct location, and 
thrombolytic (T) therapy. Anterior infarcts were 
also stratified based on the presence of early 
infarct expansion (ESAi > 77.9 cm2/m2). 
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In the Bbsence of acute thrombolysis, am 
recovery of ANM occurs in the year following MI 
regardless of infarct type and location. Infarct 
expansion when untreated continues for at least 3 
months. Thrombolvsis alters this natural history 
with a more ranid early recovery of ANM end 
reversal of early infarct expansion. 
